Only one compound, Warrior, showed evidence of ERM mite flaring when applied alone. Warrior-treated plots had increased ERM motile numbers by the 19 Aug evaluation, compared to the untreated check (Table 1) . Synthetic pyrethroids like Warrior are known to be toxic to predatory mites, but ZM and AF populations were too low in this study to clearly demonstrate this effect. Treatments that included Sevin had numerically higher levels of ERM eggs, based on 27 Jul and 19 Aug evaluation dates, but these did not separate statistically from the untreated check (Table 2) . Treatments of Assail, Calypso, F1785, and Diamond alone did not show toxicity to predatory mites, nor did they significantly flare ERM. When combined with Sevin in tank mix applications, however, Assail, Calypso, and Diamond had significantly higher levels of ERM motiles than the untreated check. It is believed that there are at least two primary mechanisms responsible for mite flaring, 1) from hormoligosis, the direct stimulation of ERM fecundity (egg-laying), and 2) the reduction of biological control through toxicity to predacious mites. It appears to be the combination of these new insecticides with a material that is toxic to predators, such as a pyrethroid or carbamate insecticide, triggers the most significant mite-flaring response. The ARM data showed a different pattern in terms of mite flaring effects. Whereas Sevin, Warrior, Diamond, and F1785 did not flare ARM, both Calypso and Assail treatments alone caused large increases in ARM motiles compared to the untreated check (Table 4) . Means in a column followed by same letter do not significantly differ (P > 0.05, Duncan's New MRT). a A = 2 Jun; B = 16 Jun. b ANOVA performed on arcsine square root-transformed data; data presented are actual counts. Means followed by same letter do not significantly differ (P > 0.05, Duncan's New MRT). a A = 2 Jun; B = 16 Jun. b ANOVA performed on arcsine square root-transformed data; data presented are actual counts. 
